However, endothelial dysfunction and HHC was not rectified by vitamin treatment despite a marked increase in serum folate concentrations.
No other CAD risk factors entered the regression models.
Results: Mean age was 58 years, 18% were non-white, and 256 (36%) had significant angiographic CAD k50% stenosis). Mean SAA level was 1.79 mgidl, range 0.08-73.1.
After adjusting for CAD risk factors, SAA had a strong independent association with significant CAD (p=O.O04), a WISE CAD severity score (p=O.O4), maximum % stenosis (p=O.O3), number of significant lesions (p=O.O4), and number of diseased vessels (p=O.02).
Conclusions:
Among women referred for coronary angiography, the robust relationship between SAA and CAD supports the hypothesis that inflammation modulates atherosclerosis.
Covariate-Adjusted Relationship of (log) SAA wth CAD Measures (5 Models) (CAD) . No previous study, however, assessed whether this increase is influenced by the extension of the atherosclerotic disease in epicardial coronary arteries.
CAD Measures fDecendent Odds
Method. To address the relationships between the severity of coronary artery disease and platelet actwation with exercise, venous blood samples were collected prior to exetcise and 5 minutes after peak exercise from 188 patients with chronic stable angina with documented flow limiting stenoses (>50% of internal lumen diameter) in one or more major epicardial coronary artenes at angiography.
Platelet reactivity was measured on flowing blood as time to occlude a ring coated with collagen-adenosin diphosphate (ADP), using the platelet function analyzer (PFA-100) system. By this method, the time lo occlusion (closure time) is taken as a measure of platelet adhesioniaggregability, with shorter times indicating greater platelet reactivity
Results. Coronary angiography showed l-vessel disease, P-vessel diseases and 3-vessel disease in 44% (n=83), 36% (n=87) Methods: We examined the effect of transient hyperhomocysteinemia post-methionine loading (PML) in 44 hyperhomocysteinemic subjects (age 47il5 yrs, 29 male), 16 of whom with previous atherothrombotic vascular events, and 12 age and gender-matched healthy subjects with normal homocysteine levels. Blood samples were collected at baseline and 2-3-4 hours PML. Plasma thiols and vitamins C and E were assayed by HPLC; blood GSH was also measured as a marker of tissue GSH status. Free malondialdehyde (MDA) was determlned by gas-chromatography.
Results: Percent changes from baseline to 4 hours PML (delta) in p!asma vitamin E and blood GSH best discriminated hyperhomocysteinemic from control subjects by logistic regression analysis. Hyperhomocysteinemic patients were classified Into 3 percentile groups according to their vitamin E and blood GSH delta. The risk of atherothrombotic events for each percentlIe group, compared with the risk for the highest percentile group, was estimated and expressed as the odds ratio (OR), after adjustment for age, gender and conventional risk factors. By multivariate analysis, only delta GSH was significantly associated with events (OR, 10.5; 95% Cl, 1.3 to 88; p=O.O3). In the lowest percentile group of delta GSH, we found higher plasma GSH and cysteinylglycine, both at baseline and PML, higher basellne blood GSH (~~0.01 for all comparisons) and baseline vitamin C (p=O.O4) than in the other 2 percentile groups. Nonsignificant trends were observed for free and total homocysteine and cysteine, MDA and vitamin E, both at baseline and PML.
Conclusion: In mild hyperhomocysteinemia, baseline GSH levels in blood, as well as the inability of GSH to Increase during transient hyperhomocysteinemia, Identify metabolic patterns associated with atherothrombotlc vascular events.
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The Background: Endothelial dysfunction is well documented in coronary artery disease patients. The mechanism of endothelial dysfunction in these patients may be reduced nitric oxide production and inactivation of nitric oxide by reactive oxygen species. The objective of this study was to investigate the effects of 12 weeks of standard cardiac
